Sir, We read with great interest the paper published by Wang et al. (2010) . In the introduction the authors stated that 'So far, 31 different genetic loci causative genes have been identified, including trinucleotide and polynucleotide repeat expansions, such as SCA [1] [2] [3] [6] [7] [8] 12, 17, 31, and DRPLA; such as SCA5, 11, [13] [14] [15] [16] 27 , 28 and 16q-linked autosomal dominant cerebellar ataxia' (Wang et al., 2010) .
In fact, although Wang et al. (2010) carefully reviewed the extensive literature regarding spinocerebellar ataxias (SCAs), they did not mention SCA type 10, another autosomal dominant cerebellar ataxia caused by an expanded ATTCT pentanucleotide in intron 9 of the ATXN10 gene, on chromosome 22.q13.3. SCA 10 represents a rare form of SCA, until now, only described in Latin America, particularly in Mexico, characterized by the association of cerebellar ataxia and epilepsy; and Brazil, where the phenotype is that of a pure cerebellar ataxia. In these countries, SCA 10 represents the second most common SCA after SCA 2 in Mexico and SCA 3 in Brazil, respectively (Teive et al., 2004; Lin and Ashizawa, 2005) .
Additionally, 16q22.1-linked autosomal dominant cerebellar ataxia (16q-ADCA) is one of the most common autosomal dominant cerebellar ataxia in Japan, particularly in Nagano, where it accounts for 42% of autosomal dominant cerebellar ataxia families. Currently 16q-ADCA is termed SCA type 31, which is characterized by adult-onset, pure cerebellar ataxia, due to a pentanucleotide repeat (TAGAA) expansion on the puratrophin-1 (PLEKHG4) gene on chromosome 16q-22.1 (Sakai et al., 2010) .
